We observed a 41-year-old woman with severe central pontine myelinolysis (CPM) 
Introduction

It is widely recognized that there is a close correlation between the occurrence of central pontine myelinolysis (CPM) and rapid correction of hyponatremia. The pontine base represents the most frequent lesion susceptible to this osmotic insult, although lesions can occur outside the pons; this is known as extrapontine myelinolysis (EPM). Extrapontine lesions can be found on the basal ganglia, thalami, cerebellum, lateral geniculate body, and cerebral cortex or subcortex. In addition to hyponatremia, however, chronic alcoholism is the most notable predisposing condition, as reported by Adams et al (1). With advances in imaging techniques, many clinically mild or asymptomatic cases have been observed among chronic alcoholics without evident history of rapidly corrected hyponatremia
 (2, 3 
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27 IU/l), γ-glutamyl transpeptidase 74 IU/l (6- 
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perintensity in the caudate nucleus, lentiform nucleus and thalamus ( Fig. 1A and B) . There was also a small hyperintense lesion in the tail of the left caudate nucleus. Diffusionweighted imaging (DWI) also allowed detection of the lesions, but the DWI signal was greater in the pontine lesion than in the extrapontine lesions (Fig. 1C and D) . On the T1-weighted image, both pontine and extrapontine lesions appeared as areas of hypointensity (Fig. 1E and F) . There was no abnormal signal intensity of the mammillary bodies, periaqueductal gray matter or corpus callosum. The pontine lesion did not show any extension into the midbrain and medulla (Fig. 2) (Fig. 3A) . However, even more prominent hyperintensity in her pontine lesion was noted on T2/FLAIR images (Fig. 3B) . (Fig. 3D) . However, there was no significant difference in the area of hypointensity in her pontine lesion on the T1-weighted image.
She only experienced mild pseudobulbar palsy and virtually no other residual neurological abnormalities at the time of discharge (the 42nd day of hospitalization). MRI reevaluation performed at this time revealed further decreases in the hyperintensities in the extrapontine lesions on T2/FLAIR images (Fig. 3C). The T1-weighted image showed persistent, but only slight hypointensity in the same lesions. Although the time-course was initially different between her CPM and EPM, the pontine lesion also demonstrated decreased hyperintensities on T2/FLAIR images in conjunction with clinical improvement at the time of discharge
MRI obtained at the 5 months follow-up showed almost complete resolution of her EPM (Fig. 3E). Only the tail of the left caudate nucleus showed residual small hyperintensity on T2/FLAIR images. A T1-weighted image demonstrated no abnormalities in her extrapontine lesions. By contrast, an area of cavitary hypointensity in her pontine lesion was seen on both T1-and T2-weighted/FLAIR images (Fig. 3F). Despite the persistent marked pontine lesion, her mental status and motor function had recovered completely at the 5 months follow-up; she was organizationally interactive with others in recreational activities, such as volleyball.
She was successful at abstinence from alcohol. (6) (7) (8) 
Discussion
It has recently been reported that CPM can occur in patients without hyponatremia (2-8). However, there have been only a few reports of EPM in patients without hyponatremia
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nounced myelin damage (8) (9) (10) (11) (12) . In the present patient, although the hypokalemia was mild, we cannot deny the possibility that it may have had a pathological effect with regard to the unusual accompaniment of EPM in otherwise non-complicated alcoholism. However, given the MR finding of unusually extensive EPM in our patient, it seems feasible that there exist other distinctive mechanisms of pathogenesis. Since there are reports on concomitant autoimmune disorders (13, 14) , reports about the favorable effects of intravenous immunoglobulin therapy (14, 15) (6, 13, 17) , but recent animal experiments have shown that the early administration of dexamethasone can prevent the development of CPM in the setting of rapidly corrected hyponatremia (18, 19 
